that in anesthetized open-chest dogs pretreated with beta adrenoceptor blocking agents the cardiac sympathetic nerve stimulation produces a decrease in coronary blood flow which is abolished by alpha blockade (1-3).
It has been demonstrated
that in anesthetized open-chest dogs pretreated with beta adrenoceptor blocking agents the cardiac sympathetic nerve stimulation produces a decrease in coronary blood flow which is abolished by alpha blockade (1) (2) (3) .
In the same condition a phenomenon of &ldquo;rebound&rdquo; increase in coronary blood flow was noticed after cessation of the stimulation (1, 2). The purpose of this communication is to elucidate the mechanism involved in this rebound phenomenon.
After thoracotomy under arificial respiration, the heart was exposed and a glass cannula (Fig. I) . Phentolamine or benzyl imidazoline, 2 to 5 mg given intracoronarily (i.e.) and 6-hydroxydopamine, 10 mg!kg i.v.
completely abolished not only the initial decrease but also the following increase (Fig. 2) . increase is to be attributed to cholinergic vasodilator fibers (4, 5) . Sympathetic nerve terminals are demonstrated in the vicinity of vagal ganglion cell bodies within the myo cardium (6) , and the terminals functionally liberate catecholamines which have an inhibitory effect on transmission through parasympathetic ganglia (7) . It is considered that during sympathetic stimulation the transmission is inhibited via alpha adrenoceptors and on release a facilitation occurs which, in turn, produces a cholinergic dilatation of the coronary vessels.
